like ours, had a preceding episode of oscillopsia. ECG findings are variable and non-specific although intermittent atrial fibrillation has been described 3 . Echocardiographic indices, when reported, have been judged normal, though patients were studied after the abnormal findings had largely resolved 3, 4 . Similarly with MRI, few studies have been performed in the acute stage of disease 1 .
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What is the mechanism of neurogenic pulmonary oedema? One theory is that lesions in the preoptic hypothalamus, or diffuse intracranial hypertension, affect the medullary autonomic pathways, inducing bradycardia and hypertension 5, 6 ; MRI studies suggest an area in or near the nucleus of tractus solitarius (NTS) as the more likely origin 1 . A lesion in the caudal medulla adjacent to the obex has been described in two patients with multiple sclerosis and pulmonary oedema 1, 2 . The authors point out that efferent signals from the NTS terminate in the thoracic spinal cord and that lesions of the NTS in laboratory animals have generated increases in pulmonary arterial pressure in the absence of a rise in systemic and left atrial pressures. Increased intravascular pressures in the lung, they speculate, would result in unbalanced precardiac and postcardiac loads, leading to fluid movement into the alveolar spaces. In the largest single series of patients in which pulmonary oedema fluid was evaluated, the primary mechanism was believed to be hydrostatic 7 . This contrasts with a previously suggested mechanism of increased pulmonary capillary permeability 8, 9 . The lesion in the region of the NTS in the medulla of our patient supports the idea that this is the key site. But in addition, at least part of the mechanism was the left ventricular dysfunction and a consequent rise in pulmonary capillary wedge pressure.
Initially we thought that our patient might be having multiple cerebrovascular episodes, so we started her on warfarin and arranged a coronary angiogram. A CT scan was uninformative. It was early MR imaging that yielded the diagnosis. Sildenafil (Viagra) enhances penile erection by relaxing smooth muscle in the corpus cavernosum. Erectile tissues elsewhere may be affected by this drug.
control the bleeding with cautery, sponge packs and BIPP (bismuth iodoform paraffin paste) impregnated gauze had been unsuccessful. Haemostasis was eventually secured with bilateral postnasal space balloons and anterior BIPP gauze packing. There was a history of hypertension, well controlled with nifedipine and lisinopril. During the admission the patient volunteered that, in the hours before his first nose-bleed, he had been engaging in energetic sexual activity. To enhance his sexual performance he had taken 50 mg sildenafil. Over the subsequent few days he had had several short but heavy epistaxes, and on the day of admission bleeding had continued for 6 hours without stopping. With packing and bed rest the bleeding gradually settled and he was discharged after six days.
Case 2
A man in his early 70s was admitted from the emergency department after 5 hours of epistaxis. He had taken sildenafil to enhance his sexual performance in the morning before his epistaxis. Haemostasis was secured with bilateral BIPP packing. This was his first nose-bleed requiring medical attention. His history included hypertension well controlled with amlodipine. The pack was removed after two days and he was discharged home with no further epistaxis.
COMMENT
Severe epistaxis particularly affects the elderly, people with hypertension or clotting disorders and those taking medications such as aspirin or warfarin 1 . Venous engorgement is believed to be a causal factor 2 . The turbinates of the nose contain erectile tissue 3 and nasal stuffiness during sexual activity is a well known phenomenon ('honeymoon rhinitis') 4 . Nasal stuffiness is also listed as a side-effect of sildenafil 5 . In the two patients here we surmise that venous engorgement due to sildenafil was a factor in the severe epistaxes after sexual activity. This phenomenon does not seem to have been reported elsewhere. There has been no obvious increase in epistaxis since the introduction of sildenafil; this effect, however, might be under-reported because of the disinclination of most patients to discuss sexual matters in public, especially those relating to sexual dysfunction.
Profound hypokalaemia in a patient with Creutzfeldt-Jakob disease In Creutzfeldt-Jakob disease (CJD) routine biochemical tests are usually within normal limits. A few patients have had slight increases in liver enzymes and bilirubin, or persistent hypercalcaemia 1 . Hypokalaemia does not seem to have been reported.
CASE HISTORY
A man aged 79 was admitted after four weeks of progressive unsteadiness and intermittent diplopia. His only medication was nifedipine for hypertension. He was fully oriented and coherent, and examination of the nervous system revealed only mild incoordination of the left arm and hyporeflexia. Sensation was normal, there was no wasting, and fasciculation and myoclonus were absent. All haematological and biochemical tests were normal apart from a slightly depressed potassium (3.4 mmol/L). Subsequent examination of case notes indicated a similar plasma potassium a year previously, when the patient had a knee replacement. A brain MRI scan showed only age-related ischaemic changes. Within two weeks from admission the patient became grossly ataxic and was intermittently confused; myoclonic jerks were observed. A neurologist raised the possibility of CJD and he was transferred to the regional neurology centre for the appropriate tests. The electroencephalogram was not typical of CJD, but cerebrospinal fluid was positive for the brain specific protein 14-3-3; also, S100b was high at 2.99 ng/mL (normal 50.38). Autoantibody screening, including ganglioside and cerebellum antibodies (Purkinje and neuronal), was negative. Genetic testing showed the patient to be valine homozygous at codon 129 of the prion protein gene with no apparent mutations; this rules out familial CJD.
The patient deteriorated to frank dementia and akinetic mutism within two months. Apart from the neurological deterioration, a striking feature was of progressive hypokalaemia, with potassium as low as 2.2 mmol/L despite oral supplements. This refractory hypokalaemia was complicated by several episodes of bowel pseudo-obstruction and of
